Evidence was obtained indicating differences in the survival rate of Western equine encephalomyelitis virus after exposure to ultraviolet radiation and methyl methanesulfonate in commercial and leukosisfree chick embryo cells that differed in repair activity. The levels of spontaneous mutagenesis (on the basis of the yield of small plaque variants of the encephalomyelitis virus) did not essentially change when the virus was passaged in leukosis-free chick embryo cells, whereas an increase in the number of small plaque variants was observed in the cells of commercial chick embryos. A 10-fold increase in the number of induced virus variants was observed in commercial chick embryo cells in experiments with methyl methanesulfonate as compared with the control, whereas the induction of virus variants was not noted in leukosis-free cells.
We have shown earlier that primary and continuous cells of the golden hamster differ in their ability to excise thymine and uracil dimers formed after UV irradiation in DNA and RNA of cells. The differences in the survival rate of RNA virus after treatment with some mutagens were demonstrated in this cell system (1) . In addition, we have discovered other cells that differ in the system of DNA repair; leukosisfree and commercial (contaminated with avian leukosis virus) chick embryo cells. Study of the reparative activity of commercial and leukosis-free chick embryo cells, carried out by the method of Setlow et al. (2) , revealed that leukosis-free chick embryo cells possessed reparative activity, whereas, commercial chick embryo cells lacked the capacity for excising, from DNA thymine dimers formed after UV irradiation (3) .
The present paper reports the results of the study of the survival rate of Western equine encephalomyelitis (WEE) virus after treatment with mutagens and spontaneous variability of the virus in these cells.
MATERIALS AND METHODS
The large plaque mutant of RNA virus (WEE virus) Apparently, the difference in the virus survival rate in commercial and leukosis-free chick embryo cells after treatment with mutagens is associated with the fact that leukosisfree chick embryo cells possess not only the active system of DNA repair but that of RNA repair as well, and potential damage of the virus genome is partially restored by the cell system that is actively functioning. Table 2 summarizes the data on the yield of small plaque virus variants induced by methyl methanesulfonate. As is apparent from the table, no increase in the number of small plaque variants in leukosis-free chick embryo cells was observed under the given conditions of the experiment as compared with the control. At the same time, the number of small plaque variants of the virus induced by methyl methanesulfonate in commercial chick embryo cells was 10 times higher than in the control. In experiments with UV irradiation, the induction of variants was not observed in both cell systems at the given stage of investigations.
DISCUSSION
Reports on the repair of damage induced by UV irradiation in the genome of DNA viruses by means of the reparative mechanism of host cells have been published (4) . We obtained analogous results with an RNA virus, WEE virus, in primary and continuous hamster kidney cells that differed in the system of RNA repair (1) .
In another cell system, commercial and leukosis-free chick embryo cells, we also found evidence for differences in the virus survival rate after exposure to UV irradiation and methyl methanesulfonate. It should be emphasized that no difference between the levels of the survival rate of control virus and those of virus treated with methyl methanesulfonate in leukosis-free chick embryo cells was observed. The possible explanation for this fact would be that potentially sublethal damage of the virus genome is restored within one virus cycle. Under these conditions of the experiment the absence of the induction of small plaque variants was also noted: the level of small plaque variants in leukosis-free chick embryo cells after treatment with methyl methanesulfonate and in the control was the same. As we had shown earlier (5), the system of RNA repair in commercial chick embryo cells is in an inactive state, which also influences the levels of the survival rate and induced mutability of the virus.
It is noteworthy that spontaneous mutability of the virus also differed sharply in leukosis-free and commercial chick embryo cells. It is known that some mutants of bacteria with genetic defects in the system of repair possess an enhanced spontaneous mutability (6) . Our data indicate that leukosisfree chick embryo cells contribute to a certain stability of the original genetic characteristics of the virus on the "basis of plaque size, whereas in commercial chick embryo cells the induction of spontaneous mutation occurs in every virus cycle.
This event results in the accumulation of virus variants in virus progeny. These findings are consistent with our earlier data on spontaneous mutability of the virus in primary and continuous golden hamster kidney cells possessing the active and defective system of RNA repair, respectively (7) .
It has been also demonstrated in this cell system that spontaneous mutability of the virus on the basis of the plaque size marker is maintained at the same level within 40 virus cycles in the cells with the active system of repair. When the virus was passaged in continuous cells with the defective system of RNA repair, the accumulation of small plaque variants was observed. The yield of virus variants induced by methyl methanesulfonate was also higher in the cells with the defective system of repair, and the survival rate of the virus after treatment with the mutagen was lower in these cells by one order of magnitude than that in primary cells possessing the active system of repair.
Thus, the evidence for differences in the levels of spontaneous and induced mutability in an RNA virus was obtained both in the system of primary cells (commercial and leukosis-free chick embryo cells) and the system of primary 
